Small fiber polyneuropathy is a well-recognized syndrome mitigated by somatic sensory afferent and autonomic efferent nerve fibers that respectively mediate pain, heat and cold temperature afferent and autonomic efferent function in the skin. A patient with low serum titers of neuronal acetylcholine receptor ganglionic antibodies and autonomic failure had symptomatic small fiber polyneuropathy late in life in the setting of autoimmune dementia and encephalopathy and prostate cancer. Large and small fiber polyneuropathy and dysautonomia were detected in routine electrodiagnostic and autonomic laboratory studies, and epidermal nerve fiber analysis of the calf and thigh. Clinical improvement for one year concomitant with intravenous immune globulin therapy preceded a clinical decline in neurocognitive function and death. Postmortem examination showed typical features of Alzheimer disease with neuropathic neuropathological changes in the peripheral nervous system, and viable autonomic ganglia consistent with a channelopathy mechanism involving postsynaptic neuronal nAChRs.
Introduction
Small-fiber polyneuropathy (SFPN) is a disorder of thinly myelinated A-δ and unmyelinated C fibers that classically affects somatic sensory and autonomic functions [1] [2] . There is no known association of nicotinic acetylcholine receptor (nAChR) ganglionic antibodies in patients screened with SFPN [3] . Nei- 
Patient Report
In the summer of 2016, a 78-year-old man with numbness, tingling and limb pain had lightheadedness and cognitive decline for one year. Autonomic ganglia were unremarkable (Figure 1(D) ).
Discussion
This is the first and only postmortem examination of a patient with nAChR ganglionic antibodies. Circulating nAChR ganglionic antibodies are associated with autoimmune autonomic neuropathy and ganglionopathy, and AAF [4] [5] and viable autonomic ganglia, as in the present case, keeping with a mechanism of channelopathy involving postsynaptic neuronal nAChRs [6] [7] [8] . In life, this patient was thought to have ADE on the basis of circulating nAChR ganglionic antibodies and occult malignancy, with a stabilizing response of IVIg, however, postmortem examination was consistent was AD. Similar to AAF due to circulating nAChR antibodies, there is a paucity of pathologically-proven cases of ADE to facilitate meaningful comparisons of the expected features of either syndrome with a given serum antibody titer. Nonetheless, nAChR antibody titers predict the clinical features of AAF in life [4] [9] , and possibly the cognitive im-
